ophthalmoplegia. 2, 3 We report a case of biopsy-positive GCA who presented with an acute postganglionic Horner's syndrome, a rare manifestation of this potentially devastating but treatable condition.
Case report
A 67-year-old gentleman initially presented to the general practitioner with a 5-week history of headache, mild confusion, weight loss, and anergia. The patient was a cigarette smoker and suffered occasional migraines but had no other significant medical history. An erythrocyte sedimentation rate (ESR) at that time was 9 mm/h. Two weeks after the onset of the headache, the patient developed a 2 mm ptosis and a miotic pupil on the right side ( Figure 1a ) and at this point was referred to the Eye Department.
Visual acuity was 6/4 bilaterally. There was no relative afferent pupillary defect. Colour vision was normal and ocular examination was normal. The superficial temporal arteries were thickened but nontender, with diminished pulses bilaterally. There was no facial anhydrosis and no other focal neurology. A plain chest radiograph taken at this time was normal.
On pharmacological testing, the right pupil failed to dilate with 4% cocaine and 1% hydroxyamphetamine, which confirmed a post-ganglionic Horner's syndrome on the right side.
With the headache being migrainous in nature, similar to those experienced in the past, and in the presence of a normal ESR, it was thought initially that he had either cluster migraine or Raeder's paratrigeminal neuralgia with a postganglionic Horner's syndrome. However, in view of the weight loss and anergia, the inflammatory markers were repeated.
The repeat ESR was 44 mm/h and a C-reactive protein was 65 mg/l. GCA was confirmed by temporal artery biopsy (Figure 1b) . Oral prednisolone (60 mg) was commenced. The patient's headache resolved within 7 days of treatment; the ptosis and miosis were still present 3 weeks later.
Comment
The sympathetic plexus is supplied by the vasa nervorum from branches of the internal carotid artery. In GCA, it has been postulated that inflammatory lesions of the internal carotid artery can damage the sympathetic nerve fibres either by direct granulomatous involvement of the sympathetic nerve fibres surrounding the artery or more probably by ischaemic damage to fibres by occlusion of the vasa nervorum. 4 Small calibre extracranial branches of the internal carotid artery have been documented to emerge just before the artery enters the skull base -these are known to be intimately involved with the sympathetic carotid plexus 5 and in the absence of a cranial nerve palsy or optic neuropathy, this is the likely site of the lesion in this case. It is probable that these small vessels were occluded as they passed through the affected wall of the carotid artery rather than direct involvement. There were no specific signs of ipsilateral carotid disease, although there was a history of progressive cognitive decline, typical of GCA when it affects the internal carotid artery. Our case illustrates the importance of suspecting GCA in patients with a Horner's syndrome who have headache, weight loss, and anergia, even in the presence of a normal ESR.
